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Results
Satisfactory recordings were obtained in all patients.
The clinical details are shown in Table 1 . The relation between clinical symptoms and extent of coronary disease described at coronary angiography is shown in Table 2 . It can be seen that a history of shortness of breath with or without angina was not associated with more severe coronary disease than when angina occurred alone. Nor was the site of infarction related to the extent of coronary artery disease ( Analysis of the 18 patients with both ST segment elevation and ST segment depression showed that in eight patients ST segment depression occurred on the opposite wall to the site of infarction. These patients did not differ from the other 10 in terms of symptoms or coronary disease (Table 5 ). Exercise induced ST segment elevation occurred both with and without ST segment depression. In this study, unlike earlier workers, we have tried to understand the significance of the ST segment elevation by comparing the clinical and angiographic findings of those with this electrocardiographic sign with patients with both ST segment elevation and depression, those with ST segment depression alone, and those without ST segment changes.
Unlike many previous workers we found angina to be a frequent symptom in patients with ST segment elevation whether or not there was accompanying ST segment depression.8 10 The differences in the various studies probably reflect selection criteria. Most of our patients were investigated because they had chest pain, at least as a part of their symptom complex. Our study differs from others in that we have compared the symptoms noted on exercise testing with the different electrocardiographic responses. In particular, angina was infrequent only when there were no ST segment changes. This suggests that the development of exercise induced ST segment elevation even in the absence of ST Left ventricular dyskinesia was found in the vast majority (all but four patients) of our patients; in contrast, left ventricular aneurysm was seen rarely. No differences were found in the left ventricular function of those patients with and without exercise induced ST segment elevation. This, of course, must be considered in the context of a group ofpatients almost all of whom have some abnormality of ventricular function.
In contrast, patients with exercise induced ST segment elevation were found frequently to have extensive coronary disease. In this respect ST segment elevation did not differ from ST segment depression alone or ST segment elevation plus ST segment depression. We were also unable to distinguish in terms of symptoms or coronary disease between ST segment elevation with adjacent ST segment depression and ST segment elevation with ST segment depression away from the site of infarction. This last should be interpreted with caution since there were only 18 patients with exercise induced ST segment elevation plus depression. Patients with previous myocardial infarction but without ST segment changes were those most likely to have less severe coronary disease often involving only one vessel. It was, however, not possible to predict the site of coronary disease from the exercise test.
Although the genesis of exercise induced ST segment elevation still remains uncertain, this study suggests that in a substantial proportion myocardial ischaemia plays an important role, whether or not the ST segment elevation is accompanied by ST segment depression. For practical purposes this electrocardiographic sign should not be considered in any way different from ST segment depression in patients with previous myocardial infarction, since their clinical features, extent of coronary disease, and left ventricular function abnormalities do not differ.
